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Abstract: Multiple myeloma (MM) is a malignant tumor with plasma cell proliferation that occurs in the bone marrow,
characterized by clonal proliferation of malignant plasma cells (BM) in the bone marrow, osteolytic lesions, and immune deficiency.
It is associated with monoclonal proteins in the blood or urine, accounting for 1% of all cancers and approximately 10% of all
hematological malignancies. Although its overall survival has gradually improved over the past decade, it is still characterized by
recurrence, gradually shortened remission duration, and no treatment interval. Although this disease is still incurable, the future
prospects are to find the best treatment group among all available drugs.
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